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To investigate the relationship of nitric oxide (NO) and macrophage— mediated oxidation of low density

Methods  Mice were given peritoneal injection polysaccharide krestin ( PSK) ( control mice were given in-

jection physiological saline) , peritoneal macrophages were collected for incubation and stimulated with LDL, interferon— ¥ ( [FN—

Y), lipopolysaccharide (LPS) and L— arginine (L- Arg).

Results  There is a quantity effect significance between NO and oxidation of LDL.

Contents of change of NO and hydroperoxides were measured.

It showed a negative correlation when the

contents of NO within a certain range ( approximately <50 Hmol/ L) and the contents of hydroperoxide (LOOH) decreased with
that of NO increased, it meant to inhibit LDL oxidated. = When the contents of NO were excessive ( approximately 290 Hmol/ L)
, the contents of LOOH increased with that of NO increased, it’ s a positive correlation and meant to promote LDL oxidated.

Conclusions  The results indicated there is a double effects of NO on oxidation of LDL, to inhibit or promote oxidation of LDL

decided on the contents of NO.
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Table 1  Comparison contents of NO with LOOH in culture supernatants of macrophages with different treatments (x s, n= 10)

NO;3 (Hmol/T.)

LOOH (Hmol/ g)

Groups

24 h 48 h 24 h 48 h
Cell- free 52.19 £5.63 69.17 £3.33
non— PSK 10. 06 £0. 49 11.03 £1. 68 68.7412.28 71.51%5.78
non— PSK+ IFN- ¥ 20. 86 £2. 40 29.26 £5. 15" 71. 55 6. 02 203.27 £15. 97"
non— PSK+ LPS 100. 12 £3. 54 103. 94 £8. 49™ 106. 16 £5. 19™ 254.22 £10. 09"
non— PSK+ IFN— v+ LPS 104. 65 +9. 85™ 106. 03 1. 44™ 119.25 4. 67" 268.70 £16. 10™
PSK 11.79 £1.38 12.46 £1. 19 44,73 £5.94° 87.59 +7.62°
PSK+ IFN- ¥ 36. 56 £9.01% 39. 80 %9. 10® 100. 05 +4. 37 227.77 £11.91®
PSK+ LPS 103. 08 +5. 02 106. 67 *£1.23™ 118.17 £3. 89" 242.52 1. 57"

PSK+ IFN- v+ LPS

107. 85 3. 86™

115. 56 £7. 21

158. 85 £8. 574

253.32 £13. 6™

a: P< 0.05, compared with non— PSK group; b: P< 0.05, compared with non- treatment group. c: P< 0.05, compared with IFN- Y group.
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Figure 1
LDL oxidation. Linear correlation and regression analysis show: correla-
Lion is significant at the 0. 05 level (P= 0.012, r= 0.753).
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